Light deprivation is a known environmental stressor in Scandinavia and other regions of high latitude; in a large fraction of the population, behavioral changes such as reduced activity, higher food-intake, and increased urge to sleep take place during months with few or even no daylight hours 1 . In some people, this environmental stress can provoke a particular form of mood disorder, termed seasonal affective disorder (SAD), which is characterized by the occurrence of depressive symptoms in winter. This observation led to successfully develop the rational and efficient treatment strategy of bright light therapy 2 .
Several findings suggest that SAD is mediated through the serotonin (5-HT) system. In post mortem human brain samples, 5-HT concentrations are lowest in people dying in the winter 3 . Also, the concentration of the serotonin metabolite 5-HIAA is lower in jugular blood samples collected in winter 4 . These biomarkers may be associated with seasonal changes in the activity of plasma-membrane serotonin transporter (5-HTT) that serves a central role in neural serotonin transmission by regulating synaptic interstitial 5-HT levels 5, 6 . However, previously there has been no clear evidence for seasonal variation in argued that seasonal changes in availability of food selection and seasonal changes in food preferences might affect neural serotonin levels through variations in tryptophanintake. However, in our sample there was no correlation between [ 11 C]DASB BP ND and plasma tryptophan, neither in terms of absolute concentration nor relative to large neutral amino acids with which tryptophan is competing at the blood-brain barrier 19 . Also, there was no seasonal variation of absolute or relative tryptophan concentrations in our sample.
We then asked if the seasonal effect was more pronounced in S-alleles carriers, given the evidence from activation and population studies. We stratified our sample according to 5-HTTLPR-allelic status, and searched for a gene-daylight interaction effect; 19 subjects were homozygote L-allele carriers and 35 subjects were S-allele carriers. Again in putamen, we found a significant gene*daylight effect (p, corrected for age and gender = 0.0448) with a negative correlation between the [ 11 C]DASB BP ND and daylight time in carriers of the S-allele, but not in carriers of the L-allele (Figures 1 and 2) .
Consistent with prior studies in which SAD patients had a higher likelihood of being Sallele carriers 9, 12 , and having higher 5-HTT binding during depressive episodes 
